A Medicolegal View So far as I can ascertain there have been up to the present time only two cases in this country in which a doctor has been sued by a patient, or the relatives of a patient, on the grounds that liver damage followed the administration of halothane, and that it was negligent to administer halothane to a patient who was very likely or more likely than normal to develop liver damage.
At the end of 1974 the case histories of 6 patients who died of liver failure following anesthesia in which halothane was used had been reported to the Medical Defence Union. The first was in the middle of 1971 and the last at the start of 1974. The controversy, if that is the correct word, about halothane and liver damage commenced round about 1963. It was certainly very topical in this country following the National Halothane Study carried out in the United States and reported in 1966. The whole subject was highlighted by Inman & Mushin's paper of January 1974 and by the subsequent memorandum sent to all anesthetists and some other doctors by the Committee on the Safety of Medicines. Indeed the subject smoulders on, yet only 6 cases have been reported to the Medical Defence Union; and though I have no matching figures for the other defence organizations in Great Britain I believe they are unlikely to be materially different. This apparently satisfactory solution may be due to the good sense of those doctors who advise potential litigants, but I should be rash not to point out that claims for negligence are often very delayedsometimes for years after the eventand that cases currently reported to the defence organizations do not necessarily represent the whole story. One case taken as far as a court, whether successfully defended or not, might, with the consequent publicity, have significant and unfortunate results for the future. The 6 cases reported to the Medical Defence Union do no more than depict a similar, but more frequent, problem to that which occurs in respect of cardiac arrest associated with anaesthesia; a problem that potentially and occasionally is followed by a writ alleging negligence. Not surprisingly in such a situation the doctor or doctors concerned feel that the details of the case should be reported to their defence organization as soon as possible. I agree with them, because it enables the case history to be recorded while the facts are still fresh in people's minds.
All 6 of the patients I have referred to died soon after the administration of a second anaesthetic which included halothane, the previous anmsthetic also having included halothane. The interval between the anesthetics was less than two months in 4 cases, about three months in the fifth and eight years in the sixth. The last case is interesting as there was a clear history ofjaundice immediately following the first anaesthetic, which was for a dilatation and curettage, and the anesthetist at the second anresthetic was apparently aware of this. So far as I can judge from the case records of all 6 patients, in 3 no pre-an2esthetic assessment was made before the second anaesthetic. Four of the 6 an2esthetics were for relatively minor surgical procedures, and in 2 the coroner concerned reported the case to the Committee on the Safety of Medicines. None of the anmesthetists who gave the second anesthetic was in training. Now I have deliberately mentioned only a few of the salient points in these cases because it seems to me that these may be the ones which could be most important in assessing the potential medicolegal problems should an anesthetist be sued in this country. Whether we like them or not, whether we believe them or not, certain statements have been made from different sources about the association of halothane with liver damage: notably of a first exposure to halothane with some sort of immediate post-anmsthetic reaction related to the liver, but not necessarily with clinical jaundice; and multiple exposures to halothane at relatively brief intervals, with subsequent hepatic dysfunction. In medicolegal terms, an anaesthetist has a legal duty to use a reasonable degree of care and skill in all he does. The duty to use a reasonable degree of care and skill must of course be interpreted in relation to the standing of the anesthetist. Thus I believe that the defence in court of a trained and experienced anesthetist against an allegation of negligence for using halothane would have to stand not only on the merits of the scientific arguments as expounded by the expert witnesses, but also on the fundamental issues relating to the 768 Proc. roy. Soc. Med. Volume 68 December 1975 degree of care devoted to the patient. These would include the factual details of the antsthetist's pre-anmsthetic assessment, his assessment of the previous anesthetics, especially of recent ones and of the patient's reactions to them, and the anmsthetist's conscious choice of halothane as the best and safest anmsthetic bearing in mind all the circumstances relevant to the patient. A claim of negligence must seek to prove an element of fault on the part of the aniesthetist. The law requires that fault must be proved. In my experience of aniesthetic problems relating to the law it is sometimes very difficult to refute an allegation of fault when an anaesthetist cannot substantiate his claim to have been aware of those aspects of his patient's health relevant to anmesthesia. Indeed it is occasionally quite obvious that an anesthetist has made no attempt to assess the patient before administering the anesthetic. An important part of pre-anisthetic assessment is concerned with picking out the occasional patient who is especially at risk. This particularly applies to diseases that are symptomless or produce minimal disturbance to the patient, and to abnormal responses to anaesthetic agents or techniques. This may be a policy of perfection but it is perhaps particularly relevant to our discussion today. Until an acceptable explanation is found for the association of anesthesia with hepatic damage, each aneesthetist must make up his own mind about the merits of the controversy, particularly in relation to halothane. I do not believe that any aniesthetist need depart from his reasoned clinical judgment of what is best for his patient for fear of potential litigation, provided always that he exercise that degree of care and skill commensurate with his standing.
Dr P J A Moult and Professor Sheila Sherlock (Department ofMedicine, Royal Free Hospital, London NW3 2QG)
Diagnosis of Halothane-related Hepatitis
Postoperative Jaundice The jaundice associated with halothane anaesthesia is hepatocellular, characterized by marked elevation of the serum transaminase levels, pro-longation of the prothrombin time, and in the more severe cases by hepatic coma and death. Other types of jaundice must be considered. Cholestatic jaundice in the postoperative period may be due, for example, to phenothiazine administration or the syndrome of benign postoperative cholestasis. Unconjugated hyperbilirubinxmia may be due to hemolysis or to Gilbert's syndrome. The latter, although found in up to 1% of the population, usually passes unrecognized. Stress and starvation in the operative period may produce overt jaundice in subjects with Gilbert's syndrome (Quinn & Gollan 1975) but the serum transaminase levels remain normal and confusion with hepatitis should not arise.
The lesion associated with halothane is an acute hepatitisliterally 'inflammation of the liver'. Halothane is not unique in this respect: hepatitis may be caused by other drugs such as monoamine oxidase inhibitors (Holdsworth et al. 1961 ). In the absence of specific diagnostic features (such as the hepatitis B antigen) or a history of known etiological factors (such as intravenous tetracycline or hypotension), it may be impossible to determine the cause of a postoperative hepatocellular jaundice. However, liver histology taken at necropsy or by needle biopsy during recovery may give retrospective confirmation that a particular patient did indeed suffer from an acute hepatitis, but cannot usually differentiate between virus A and drug hepatitis. Histology can also exclude other causes of jaundice. For example, hypotension and reduced liver blood flow produce hepatic necrosis but the histological features (such as the paucity of inflammatory cells) allow this condition to be differentiated from hepatitis (Babior & Davidson 1967) . Similarly, chronic liver disease may first become manifest in the postoperative period, but histology will usually show cirrhosis or the specific features of a chronic aggressive or alcoholic hepatitis. Information on liver histology is essential to surveys of postoperative jaundice.
The principal diagnostic problem therefore is to differentiate between halothane and virus A (hepatitis B antigen negative) hepatitis. Since this is impossible in individual patients we have studied a group of patients referred with otherwise unexplained postoperative jaundice (Moult & Sherlock 1975) .
Patients
Twenty-six patients have been studied, 18 female and 8 male. All had become jaundiced within two weeks of halothane anesthesia, and 24 had
